It is generally accepted that the mitochondria1 carnitine palmitoyltransferases play an important role in the regulation of hepatic fatty acid oxidation [ I ] . These two enzymes express their activities on either side of the mitochondrial inner membrane that acts as a barrier to the transfer of fatty acids into the mitochondrial matrix. The enzyme that lies outsidc this barrier is located on the mitochondrial outer membrane 121 and can be inhibited by physiological concentrations of malonyl-CoA 131. An important aspect of the regulation o f the outer carnitine palmitoyltransferase is the change that occurs in its sensitivity t o inhibition by malonylCoA in different physiological and pathophysiological states. Thus, starvation 14-51 and diabetes [ 6 ] both cause a decrease in sensitivity t o inhibition by malonyl-CoA. It has been reported that a carnitine palmitoyltransferase activity is associated with isolated hepatic peroxisomes [ 71 and more recently it has been shown that this carnitine palmitoyltransferase activity can be inhibited by malonyl-CoA [8] . The purpose of this study was t o see how the activity and sensitivity to inhibition by malonyl-CoA of the carnitine palmitoyltransferase activity associated with isolated peroxisomes would be affected by starvation.
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Experitneritul tnethorls
Male Sprague-Dawley rats weighing 180-250 g were fed ud lihitiitn a chow diet o r starved for 48 h before removal of livers for the isolation of peroxisomes. Hepatic peroxisomes were isolated by centrifugation through a Nycodenz gradient described by Ghosh & Hajra 191 as modified by Derrick & Ramsay [ 8 I. Carnitine palmitoyltransferase activity was assayed as previously described [6] in freshly isolated peroxisomes and in peroxisomes that had been frozen and thawed. Specific activity was determined at 100 puM-palmitoyl-CoA and inhibition by malonyl-CoA was determined at 40 p~-palmitoyl-CoA and 20 pM-makmyl-CoA.
Hesirlts utid diwrssiori
The specific activity of carnitine palmitoyltransferase in peroxisomes isolated from fed rats (Table I ) was less than 20% of that previously found for the specific activity of the outer mitochondrial enzyme assayed in intact mitochondria under identical conditions 161. However, while the specific activity of the outer mitochondrial enzyme is usually increased during starvation by only 2 fold or less, the specific activity of the peroxisomal enzyme was increased by about 5-fold (Table 1 ) . Specific activity was not altered by freezing and thawing.
The peroxisomal carnitine palmitoyltransferase was inhibited by malonyl-CoA, confirming a previous report [ 8 I.
When malonyl-CoA inhibition was examined by plotting 1 /% inhibition versus I /[malonyl-CoA] and extrapolating to infinite malonyl-CoA to ascertain the maximum possible inhibition by malonyl-CoA, we obtained a value of 102O/,,, suggesting that essentially all of the enzyme assayed as carnitine palmitoyltransferase was susceptible to inhibition, i.e there was no contamination with enzyme that was not sensitive to inhibition by malonyl-CoA. Starvation caused a 2-fold decrease in the percentage inhibition by malonyl-CoA, and the inhibition was not significantly affected by freezing, suggesting that there was probably n o contamination by the inner mitochondrial carnitine palmitoyltransferase in the peroxisomal preparations. These results confirm the observations of Derrick & Ramsay [ 8) concerning the presence in isolated hepatic peroxisomes of a carnitine palmitoyltransferase activity that is susceptible to inhibition by malonyl-CoA, and they indicate that the enzyme responsible for the activity is capable of undergoing changes during starvation in its sensitivity t o inhibition by malonyl-CoA. One might be tempted t o conclude from these observations that changes in the sensitivity to inhibition by malonyl-CoA may represent a physiological mechanism for control of peroxisomal fatty acid oxidation, but the possibility should be carefully considered that the carnitine palmitoyltransferase activity measured in the peroxisomal preparations could have arisen from contaminating mitochondrial outer membranes. Although there appears to be no contamination from mitochondrial inner membranes on the basis that there was no latent activity and that freezing did not change malonyl-CoA sensitivity. we cannot exclude the possibility that vesicles of mitochondrial outer membrane might be formed during preparation of the homogenate that would contaminate the peroxisomal fraction. Conclusions on the importance of these observations must, therefore. await further experimentation.
